SIR, We read with interest the article by Norton on the rheumatic manifestations of brucellosis.' We reported our experience with 304 patients infected with Brucella melitensis in 1982. 2 Recently we have completed a prospective evaluation of 194 additional patients. Of these 498 patients, 180 (36%) presented with arthritis. In contrast to Norton's findings, sacoiliitis and peripheral arthritis were the most common forms of joint involvement, accounting for 90% of all the arthritis cases. Spondylitis was seen in only 18 patients (10%). As reported by others3 4 these patients were predominantly middle aged and older males with chronic brucellosis.
The discrepancy can be explained by the different age distribution of the populations studied. Only one of the 55 patients reported by Norton was younger than 15, while in our group 354 patients (71%) were younger than 35 and 125 (25%) younger than 15.
We agree with Norton in that immune abnormalities occur in human brucellosis, particularly during periods of active disease. Low titres of antinuclear antibodies were present in 25% and rheumatoid factor in 37-5% of a group of patients evaluated by US.5 Circulating immune complexes were detected by the Raji cell assay in 91.5%.
As in other infectious diseases6 7 infectious and reactive arthritis occur in human brucellosis. In our series, using a selective culture medium for brucella,8 one third of the patients had sterile synovial fluids fulfilling the definition of reactive arthritis.9 Furthermore, the arthritis was non-destructive and resolved spontaneously in most of these patients, an event not commonly seen in infectious arthritis.'0 Interestingly, in one of the patients described by Norton the arthritis resolved after an intra-articular injection of corticosteroids.' The immune abnormalities described above strongly suggest that an immune mechanism plays a part in the arthritis of these patients. Further observations upon HLA-B27, Yersinia entercolitica, and ankylosing spondylitis SIR, Some time ago we reported that the observations we had made, in our search for evidence for the molecular mimicry hypothesis of ankylosing spondylitis (AS), on serological cross reactions between Yersinia enterocolitica types 0:3, 0:9, and NCTC 10460 and lymphocytes from HLA B27+AS+ subjects, with a haemagglutination technique, were in fact nothing more than a demonstration of an anti-yersinia factor present in normal human sera, quite distinct from a lymphocytotoxicity causing antibody.' We concluded that this did not rule out the possibility of the existence of some other undefined antigenic factor common to Y entercolitica and HLA-B27. Subsequently we did detect such a factor in Y enterocolitica type 0:9, which was not present in type 0:3, and in lymphocytes from B27+AS+ subjects as opposed to B27+AS-ones, by the use of an absorption/haemagglutination technique.2 The numbers examined, however, were too small for us to draw any conclusions about the existence of any serological differences between the two groups of lymphocytes.
Later we found that the relevant class of antibody in these tests was IgG. We titrated erythrocytes coated with Y enterocolitica 0:9 against homologous antiserum, i.e., 526
